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This is an open access journal, and articles are distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 4.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as appropriate credit is given and the new creations are licensed under the identical terms. Dexmedetomidine has emerged as a favourable option to be used in conjunction with other anaesthetic agents to provide predictable and dose-dependent haemodynamic control which ultimately translates in a clear operating field. In addition, it aids in reducing the requirement of volatile and narcotic drugs. [1] We encountered a patient undergoing endonasal endoscopic surgery with dexmedetomidine infusion who developed intraoperative polyuria and associated electrolytic abnormality which subsided automatically once the dexmedetomidine infusion was discontinued. Informed consent from the patient was obtained from the patient for publication of this uncommon occurrence.
Access this article online
A 25-year-old female, American Society of Anesthesiologists 1 patient weighing 52 kg was posted for endoscopic endonasal excision of tuberculum sellae meningioma. Anaesthetic regimen included propofol, fentanyl, atracurium and sevoflurane in oxygen-air mixture (50:50) and dexmedetomidine infusion (loading 1 µg/kg for 10 min followed by 0.3-0.5 µg/kg continuous infusion). During the initial stages of surgery when tumour dissection had not even started, we noticed that the patient had a profuse urinary output of 925 mL. In the subsequent 3 h, the patient passed 1760 mL of urine. Blood glucose level remained normal during this period. Serum sodium levels showed an elevation from 138 to 146 meq/L. The patient received volume replacement with lactated Ringer's solution in accordance with the losses, and haemodynamics remained well-controlled. The surgery lasted for 6 h and the patient's urinary output was 3450 mL and she had received 4.5 L of crystalloid. The dexmedetomidine infusion was Indian Journal of Anaesthesia | Volume 62 | Issue 12 | December 2018
Letters to Editor terminated 30 min before completion of surgery. At the end of the surgery, serum sodium had risen to 148 meq/L and urine osmolality had decreased to 270 mOsm/kg. Intraoperatively, the urine output totalled 4100 mL. After uneventful extubation, the patient was shifted to the intensive care unit (ICU) where her serum sodium was measured to be 152 meq/L. An urgent opinion from an endocrinologist was sought. However, after shifting the patient to the ICU, we observed that within 1 h there was a spontaneous and dramatic decrease in the urine production in the next 1 h. Serum sodium and urine osmolality were normalised on the second postoperative day. The patient was then shifted to the ward on the second day and was discharged in a stable condition after 5 days.
Among the drugs which the patient had received, none were well known to cause polyuria nor did she had any renal diseases. The patient remained normoglycaemic throughout, and urinary glucose strips were negative for glucosuria. Literature search revealed sporadic reports of spinal surgeries and mandibulectomy where dexmeditomidine was implicated for polyuria and electrolytic disbalance. [2] [3] [4] Dexmedetomidine produces diuresis by inhibiting or reducing the effects of vasopressin, inhibiting renin secretion or secreting atrial natriuretic peptide. [5, 6] This diuretic effect leads to polyuria, serum hyperosmolality and urine hypoosmolality. [2] Previous reports implicating dexmedetomidine as a reason for polyuria had subjects exclusively undergoing spinal surgeries. Usually, patients undergoing spinal surgeries or spinal trauma develop excess urine output. [7] However, our patient had an intracranial pathology in proximity to the pituitary gland. Diabetes insipidus following transnasal surgeries in the vicinity of pituitary is almost always considered following surgical insults triggering diabetes insipidus and responds to vasopressin/ desmopressin administration. The anatomical proximity with pituitary might implicate a surgical injury and central genesis in the form of diabetes insipidus which commonly occurs intraoperatively, but in our case polyuria started well before the dissection of the tumour began and abated without the administration of vasopressin or desmopressin.
We admit that we could not measure the serum vasopressin levels intraoperatively which could have clinched the diagnosis, and thus the exact cause of polyuria still remains speculative. The procedure in this case being a suprasellar surgery created confusion in our minds regarding the occurrence of intraoperative/postoperative diabetes insipidus. But based on the clinical circumstances (clean surgery and spontaneous cessation of polyuria following stoppage of dexmedetomidine infusion without vasopressin or desmopressin) and literature support, it is highly probable that the polyuria could be attributed to dexmedetomidine. Clinicians should therefore be mindful of this entity and include it in their differential diagnosis of polyuria during surgical procedures.
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Perioperative concerns of a patient with Escobar syndrome for ocular surgery Sir,
Escobar syndrome or multiple pterygium syndrome is a rare autosomal recessive disorder characterised by multiple pterygia in the cervical, antecubital and popliteal region, craniofacial dysmorphism, growth retardation and spine deformity. [1] Associated problems such as kyphoscoliosis, rib fusion, pectus excavatum, pulmonary hypoplasia, cardiac defects and risk of malignant hyperthermia make anaesthetic management challenging. [2, 3] It is unique as airway management becomes progressively more difficult with increasing age as deformity of the airway by pterygia and contractures increase with age. We describe the anaesthetic management of a 6-year-old child with Escobar syndrome for nasolacrimal duct syringing and probing. Written informed consent to publish this case was obtained from the child's guardians.
A 6-year-old (20 kg, 134 cm) child presented in the ophthalmology day care for nasolacrimal duct obstruction for syringing and probing. He was born of nonconsanguineous marriage as post-dated (10 months' gestation) child through normal vaginal delivery. He had delayed cry, delayed milestones and history of snoring. He was second in birth order and none other siblings had any such association.
Other manifestations of the syndrome were growth retardation, corneal nebular spots, nasolacrimal duct fistula, short neck with webbing and limited extension [ Figure 1a ], micrognathia, campylodactyly, mandibular hypoplasia, bilateral fingers and toes contractures and bilateral axillary pterygium. He had associated scoliosis which was in the mid to lower thoracic region and of moderate grade in severity [ Figure 1b ]. Echocardiography showed tricuspid leaflet prolapse, trivial tricuspid regurgitation and mildly dilated aortic root. Spine radiographs showed segmentation anomalies of cervical and lumbar spine [ Figure 2a ], and digital radiograph showed fixed flexion deformities [ Figure 2b ]. The remaining investigations were unremarkable. His vital parameters were as follows: heart rate 74/min, blood pressure 90/50 mm Hg, oxygen saturation (SpO 2 ) 99% on room air and normal temperature. Anaesthetic breathing circuit and soda lime were changed. Difficult airway cart was kept ready. Videolaryngoscope (C-MAC) was kept standby as our back-up plan for airway management. A 22-G intravenous cannula was secured on left-hand dorsum after applying Eutectic mixture of local anaesthetics (EMLA). General anaesthesia was induced with 8% sevoflurane in 100% oxygen, and Ambu Aura 40 (Ambu Inc., USA) # 2 Laryngeal mask airway (LMA) was inserted in neutral position. Anaesthesia was maintained with sevoflurane 1.5%-2% and 50% oxygen in air on spontaneous ventilation. Injection fentanyl 20 µg i.v. and injecton paracetamol 300 mg i.v. were given for analgesia. The procedure lasted for 10 min and LMA was removed after full wakefulness. He was monitored in the postoperative care unit and the rest of the course was uneventful.
Escobar syndrome is a rare syndrome attributed to the mutation of CHRNG gene involved in gamma (γ)
